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The hepatic lesions were characterized by random necrosis of hepatocytes and moderate perivascular infiltration of mononuclear cells. Kupffer cells were hypertrophied and hyperplastic, and there were occasional small aggregates in the parenchyma. Occasionally, well-circumscribed and mineralized subcapular nodules contained macrophages and cellular debris. Merozoites and schizonts in all stages of development were present in hepatocytes and Kupffer cells ( Fig.  2A-H) .
Renal lesions consisted of necrosis of glomeruli associated with all stages of schizonts. Spleen had multifocal areas of necrosis that involved lymphocytes and macrophages.
Protozoal schizonts divided by endopolygeny-a process in which the parasite nucleus becomes multilobed before formation of numerous merozoites (Figs. 2, 3) . The earliest schizont (6 x 4 µm) contained 1 nucleus with a prominent nucleolus (Fig. 2C ). The nucleus then enlarged and became multilobed ( Fig. 1D, 1E ). Schizonts varied in shape and number of nuclei ( Fig. 2F, 2G ). Merozoites budded peripherally, leaving a central residual body (Fig. 1H ). The residual body was eosinophilic and approximately 6 µm in diameter. Schizonts with merozoites were 14-20 x 10-20 µm (n = 13) and contained 12-28 merozoites. Not all merozoites were radially arranged. Individual merozoites were 5-6 x 1.0-15 µm. All stages of schizonts and merozoites were PAS negative. Schizonts reacted with antiserum to S. cruzi but not with antisera to T. gondii or N. caninum.
Ultrastructurally, parasites were located in the host cell cytoplasm without a parasitophorous vacuole (Fig. 3A) . The parasite divided by endopolygeny. In early schizonts, the nucleus became highly lobulated (Fig. 3A) , and the nuclear lobes were incorporated in developing merozoites ( Fig. 3B ). Mature merozoites had a central nucleus, no rhoptries, and micronemes that were distributed randomly in the cytoplasm (Fig. 3C ).
The parasite was structurally distinct from T. gondii and N. caninum. 1 Toxoplasma and Neospora divide into 2 by endodyogeny where the parasite in the dog divided into many merozoites by endopolygeny. The parasite was antigenically and structurally identical to the newly named protozoon Sarcocystis canis from Rottweiler dogs. 6 Until now, S. canis was found only in 3 Rottweiler dogs. 2, 4, 5 Sarcocystis species have a 2-host life cycle. Asexual development occurs in the intermediate hosts (herbivore) and sexual development occurs in the definitive host (carnivore).
Intermediate hosts become infected by ingesting sporocysts
Merozoites released from schizonts form sarcocysts in muscles and brain of the herbivore host. The definitive host or oocysts excreted in feces of carnivores. After the ingestion of sporocysts, sporozoites excyst in intestinal lumen and form becomes infected by ingesting intramuscular sarcocysts. Af-1 or more generations of schizonts, usually in blood vessels.' ter ingestion of sarcocysts, bradyzoites transform into gamonts and oocysts in the small intestine. Oocysts sporulate in 
